ably reflecting GABA in glial cells. To obtain extracellular GABA, which is at least partially dependent on neuronal activity, GABA-ergic neurons have to be stimulated. To study the dopaminergic modulation of extracellular GABA levels in the substantia nigra reticulata, dopaminergic drugs were infused into the substantia nigra reticulata. A D 2 agonist did not affect GABA levels, while a D1 agonist induced an increase in extracellular GABA levels, which persisted in the presence of tetrodotoxin, a drug that abolishes the nerve impulse-flow+ Thus, the D~ agonist affected GABA levels independent of neuronal activity. Further study is needed to elucidate the underlying mechanism.
